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Abstract ; Over-expression of immune checkpoint molecules in tumor microenvironment inhibits
the activity of tumor-specific T cells and promotes tumor progression. Checkpoints-targeted anti-
bodies can restore the antitumor activity of T cells by blocking the receptor-ligand interactions.
The clinical trial of CTLA-4 antibody ipilimumab monotherapy showed negative results for en-
docrinotherapy-resistant prostate cancer;however,for subgroups of prostate cancer with good prog-
nostic features it can significantly improve overall survival. US FDA approved nivolumab for ad-
vanced renal cell carcinoma (RCC) patients after anti-angiogenic therapy and atezolizumah(PD-L1
inhibitor) for metastatic urothelial cancer in 2015~2016. It is also reported data about PD-L1 in-
hibitors avelumab and pembrolizumab for urinary system cancer;although there are some discrep-
ancies, their response rates seem to be superior to cytotoxic chemotherapy for metastatic urothelial
cancer after platinum-based therapy. In addition,the response rate in patients with positive ex-
pression of PD-L1 is nearly 30% with better tolerance. The results in clinical trials are encour-
aged for new immune therapy combined with conventional anti-cancer drugs. Based on the bio-
logical mechanisms of immune checkpoint block, it is important to find biomarkers for monothera-
py or combination therapy and to provide early indicators of therapeutic response.
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